INTRODUCTION
Lesions produced by electrocoagulation in various amygdaloid nuclear groups result in alteration of hypophysial trophic hormone secretion. Thus, lesions in the medial amygdaloid nucleus result in increased secretion of adrenocorticotrophin and adrenal corticosterone (Mason, 1959; Eleftheriou, Zolovick & Pearse, 1966) while causing a transient inhibition of the secretion of thyrotrophin (Eleftheriou & Zolovick, 1968) . In addition, lesions placed in the basolateral-lateral amygdaloid nuclear complex result in the continuous secretion of luteinizing hormone in both male and female deermice Eleftheriou, Zolovick & Norman, 1967) while affecting signi¬ ficantly the hypothalamic activity of both luteinizing hormone-releasing factor and follicular-stimulating hormone-releasing factor (Eleftheriou, 1967; Eleftheriou & Pattison, 1967) . These data, combined with other data obtained previously, have given support to the theory that the amygdala exerts a modulating influence on the hypothalamic-hypophysial system for the secretion of certain trophic hormones (Koikegami, Yamada & Usui, 1953;  Koikegami, Fuse,Yokoyama, Watanabe & Watanabe, 1955; Bunn & Everett, 1957; Shealy & Peele, 1957; Yamada & Greer, 1960; Taleisnik, Caligaris & DeOlmos, 1962) .
Since the amygdala is composed of a number of distinct nuclear groups, the (Eleftheriou & Zolovick, 1965 The animals were killed by cervical dislocation and the pituitaries were removed, weighed and placed in cold saline. The hypothalami were also removed and placed in cold 0-1 n-HCI and the seminal vesicles were removed and frozen for later analysis of the fructose content. After all tissues were collected, the hypophyses were homogenized (10 mg/ml of 0-85% NaCl), and pooled into three major groups each containing fifty hypophyses. Homogenates were centrifuged at 5000 £ for 15 min at 3°C , and the supernatant fluid stored at -25°C for later assay of lh activity.
Luteinizing hormone was determined by the one-ovary, 4-hr ovarian ascorbic acid depletion method of Parlow (1961), using five rats (Sprague-Dawley) for each dose level of standard or unknown, lh potencies of unknown pituitaries were measured with 0-2 and 0-8 mg-equivalents of fresh tissue, and these were compared with 0-4 and 1-6 µg of nih-lh-s1 1 standard preparation. The proce¬ dure of Bliss (1952) for calculating relative potencies was followed. Replicate potency estimates were combined by the procedure of Sheps & Moore (1960) . Hypophysial concentrations were subjected to analysis of variance and orthogo¬ nal contrasts were used to evaluate treatment differences.
The hypothalami were homogenized, centrifuged at 10,000 g and the super¬ natant was removed and boiled for 10 min. After the pH had been adjusted to 6-8, it was re-centrifuged and the new supernatant was removed for lh-RF measurement. One ml of hypothalamic extract, containing three hypothalami, was injected into normal male rats, 290+ 10 g. Thirty minutes later these assay rats were killed, the pituitaries removed, homogenized (10 mg/ml), and assayed later for their lh content (McCann, Taleisnik & Friedman, 1960; McCann, 1962) . Replicate potency estimates were combined and statistical analyses were conducted as described previously.
Fructose determinations in the seminal vesicles were conducted according to the method of Roe (1934) . Values were expressed as^g /100 mg of fresh tissue.
RESULTS
The location of the various lesions was confirmed by histological examination and found to be in the intended areas (Plate 1).
The most significant increases ( <0 1) in pituitary luteinizing hormone were observed after lesions were placed in the cortical and basolateral amygda¬ loid nuclei (Table 1 Eleftheriou, 1967 (Zolovick, 1968) , however, indicate that the amygdala is not involved in the initial events leading to lh release, but that it responds only after lh is released. It also appears that the basolateral-lateral amygdaloid complex exerts an inhibitory effect on the medial nucleus, which can be removed by direct electrical stimulation of the medial amygdaloid nucleus. Since additional data (Egger, 1967) 
